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of the lost chloride and the plasma bicarbonate content therefore
rises. This is shown clinically by drowsiness and slow shallow respira-
tion and can be demonstrated on analysis by a rise in the 00 2 com-
bining power; the patient is then said to bo in a state of alkalosis.
A further complication is the development of tetany due to a fall in
the ionised serum calcium, as a result of the alkalosis. If the fluid
loss is great enough oliguria and extra-renal ur&mia may follow, the
blood urea being markedly raised terminally. Obstruction in the
jejunum results in the loss by vomiting of a fluid which contains
saliva, gastric juice, bile, pancreatic juice and auccus entericus. The
sum of the chemical constituents of these fluids leads to a loss of
approximately equal quantities of acid and base. This will lead to
a low plasma 01' with a normal C02 combining power. In high
obstruction it is this loss of fluid and electrolyte which leads rapidly
to death. The blood volume is diminished and a state of dehydra-
tion and hsemo concentration results. Replacement of fluid and
chloride loss is therefore essential and by means of intravenous saline
infusion life may be prolonged until surgical intervention can be
undertaken.
In low intestinal obstruction there is a large surface area of gut
proximal to the obstruction which allows of reabsorption of much
of the regurgitated fluid, therefore loss by vomiting is less severe,
but ultimately the vomit becomes brown'and foul-smelling, the so-
called fecal or stercoraceous vomit, and there is dehydration by loss
of water and salt into the lumen of the bowel which becomes much
distended;  indeed in low obstruction the most important factor is
distension.   The contents of the bowel above the obstruction are
fluid faecal material and gas, much of which consists of swallowed
air.   The effect of prolonged, increased intra-luminal pressure is to
impair the viability of the bowel wall, which eventually leads to its
becoming permeable to the intestinal contents.   These are therefore
able to diffuse out of the gut into the peritoneal cavity where they
are absorbed and produce toxaemia and death.   It is unlikely that
the intestinal contents in an obstructed gut are more toxic than
those normally present, and it has been shown experimentally that
the intestinal contents from normal and obstructed dogs are equally
toxic when given parenterally.   Death in low obstruction is thus
ultimately due to the distension and if this can be relieved, e.g.
by intubation, the life of the patient may be prolonged long enough
to allow of surgical intervention.   Loss through Heal drainage of a
fluid predominantly basic in character will, if untreated, lead to acidosis
in which a low C02 combining power will be found, and in addition
to salt, the patient may require lactate or bicarbonate parenterally.
In partial chronic obstruction of the large intestine, the wall above,
in addition to becoming distended with faeces, undergoes hypertrophy
in a varying degree.   The pressure of the fsecal accumulation on the
distended wall interferes with the blood supply and impairs the